To the Editor : Chronic adrenal insufficiency is characterized by deficient secretion of glucocorticoids, and often mineralocorticoids by the adrenal glands [1] . Here we are describing a 12-y-old girl who presented with adrenal insufficiency due to adrenal tuberculosis and difficulties encountered during her management.
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The girl presented to the emergency (ER) with hypotension and history of generalized hyperpigmentation for last 4 mo. She was noted to have hyponatremia and hyperkalemia, and serum cortisol was found to be low. Adrenal insufficiency was diagnosed and she was started on hydrocortisone (10 mg/m 2 ) and fluodrocortisone (0.1 mg/d), to which good clinical and biochemical response was noted. She had a history of contact with tuberculosis. Montoux test was positive and CECT abdomen showed enlarged and necrotic adrenal glands, suggestive of adrenal tuberculosis. The child was started on antitubercular treatment (ATT). After starting ATT, the child started having weakness, lethargy and pigmentation for which she visited outpatient department repeatedly. Her BP and electrolytes were within normal limits. Steroid dose was hiked up to 30 mg/m 2 but the response was poor. She again presented to the ER with extreme weakness and was found to have hypotension. She was admitted to investigate the cause for her symptoms; her chest radiograph, ECG and echocardiography were normal. Serum ACTH level was found to be increased (359 pg/ml). After excluding all other causes for symptoms, a diagnosis of rifampacin induced metabolism of steroids leading to corticosteroid insufficiency was made. We started her on dexamethaosne at a dose equivalent to 35 mg/m 2 of hydrocortisone, as it is a more potent and long-acting steroid. The child responded over the next few days; was continued on dexamethoasone for the entire duration of completion of ATT and afterwards was put on hydrocortisone (12 mg/m 2 ) and continued to do well.
The standard management of Addison's disease is replacement of corticosteroids and mineralocorticoids [2] . Precipitation of adrenal crisis due to rifampacin induced metabolism is a rare phenomenon and only a few case reports are available [3, 4] . In conclusion, good clinical care and frequent biochemical monitoring are required during treatment of tuberculosis in Addison's disease to adjust steroid dosages for prevention of adrenal crisis.
